Obstetric anaesthetics are generally aware of possible airway problems in their patients. Laryngeal oedema is present in a small number of pregnancies and may well be asymptomatic, but it can be life-threatening if it complicates intubation or extubation of the trachea. This case is a second reminder that airway difficulties in pregnant patients are not confined to the intubation and extubation periods.
Airway obstruction requiring urgent intervention may occur in late pregnancy and after vaginal delivery.
CASE REPORT
A previously well 51-year-old female presented to the Emergency Department with a 24-hour history of malaise, fever, sore throat and gradually increasing respiratory difficulty associated with difficulty in speaking. She was not taking any medications, and was a nonsmoker. There was no past history of palatine tonsillectomy.
On examination she looked unwell and her vital signs were temperature 39.2°C, pulse rate 100 beats/minute, blood pressure 120/60 mmHg and respiratory rate 20/minute. She was sitting upright, was not cyanosed and was not using her accessory muscles of respiration. Her neck was diffusely swollen and tender to palpation. There was no discrete lymphadenopathy and the trachea was midline. The jugular veins could not be assessed.
Initial inspection of the oropharynx revealed no pooling of saliva but the base of the tongue was noted to be grossly swollen and beefy red in colour with no exudate. There was no clinical evidence of infection in the teeth, gums or palatine tonsils.
Auscultation of the chest revealed good symmetrical air entry with no expiratory wheeze or stridor. Two heart sounds were readily audible. but no bruits were present. Physical examination of the abdomen and periphery failed to detect any further abnormality.
A lateral soft tissue X-ray of the neck was then performed demonstrating swelling of the base of the tongue encroaching on the upper airway ( Figure I) .
A fibreoptic laryngoscopy was performed by the Ear Nose and Throat Registrar confirming the X-ray impressions. The epiglottis was not enlarged or inflamed but was pushed back towards the laryngeal opening. The arytenoids and posterior parts of the vocal cords were seen and noted to be normal and mobile. The patency of the oropharyngeal airway was estimated to be 50% of normal.
A provisional diagnosis of lingual tonsillitis was made.
Arterial blood gases taken with the patient breathing room air revealed the following: pH 7.46, P0 2 73 mmHg, Peo2 30 mmHg, HC03 22 mmolll O 2 saturation 96%.
The white cell count was 14.8 X 10 9 /1 due predominantly to a neutrophilia of 12.9 X 10 9 /1 (without toxic changes).
Blood cultures done at the same time failed to isolate an organism. A throat swab grew a mixtue of normal oral flora. Epstein BaIT virus serology was not considered at the time of presentation. The patient was then treated with intravenous ceftriaxone and chloramphenicol. These were continued for one week.
An examination under anaesthesia was then performed in the operating theatre with a surgeon present to create a surgical airway if required. Induction of anaesthesia was with halothane and oxygen, and once anaesthesia was adequate the vocal cords were visualised by direct laryngoscopy. Following this a 1.5 mg/kg dose ofsuxamethonium was given intravenously and the trachea initially intubated orally. Following this a 7.0 mm cuffed PVC endotracheal tube was passed nasally and exchanged for the oral tube.
Histology of multiple biopsies from the base of the tongue showed a marked inflammatory cell infiltrate with fragments of tonsillar tissue. Culture of the biopsies grew a pure culture of Streptococcus pyogenes which was sensitive to penicillin, erythromycin and tetracycline.
She was then transferred to the Intensive Care Unit where there was a slow resolution in the swelling at the base of the tongue. Extubation was possible five days after intubation. Direct laryngoscopy at this time revealed some swelling of the aryepiglottic folds only.
At outpatient follow up two weeks later she remained well.
DISCUSSION
Lingual tonsillitis is an uncommon condition. It should be considered however in the differential diagnosis of a febrile illness presenting with symptoms and signs of upper airway obstruction. Alternative diagnosis in the febrile patient would include pharyngitis, epiglottitis, Ludwig's angina or deep neck infections. Epiglottitis and Ludwig's angina were considered as possible causes but excluded after physical examination. Lingual tonsillitis has been described in association with infectious mononucleosisl-5 usually in the setting of previous palatine tonsillectomy and adenoidectomy. [6] [7] [8] [9] [10] [11] It is assumed that the tonsillitis involves tissue in Waldeyer's ring that has undergone compensatory hypertrophy Anaesthesia and Intensive Care, Vo!. 20, No. 3, August, 1992 following these surgical procedures. 6 However the difficulty of making a diagnosis of chronic lingual tonsillitis and its common association with palatine tonsillitis leads one to suspect that many patients who undergo palatine tonsillectomy have preexisting chronic lingual tonsillitis. 6 ,10-12,14 Subsequent acute lingual tonsillitis may simply reflect progression of the existing disease.
Lingual tonsillar hypertrophy is a recognised cause of respiratory obstruction, both acutely and chronically where it has been described as a correctable cause of sleep apnoea syndrome. 7 ,8,14 Stridor is rare 9 -11 and this may be an important sign in distinguishing acute lingual tonsillitis from acute epiglottitis.
Of those cases reported in the literature most have been successfully treated with antibiotics, with surgical intervention being restricted to drainage of an associated abscess or tracheostomy where airway integrity has been an issue. 12 ,13 The organisms isolated from throat swabs in previous case reports oflingual tonsillitis are mixed gram positive aerobic and anaerobic organisms representing the commensal oral flora. We isolated Streptococcus pyogenes, the classic organism of acute palatine tonsillitis, from biopsy material. A throat swab at the same time showed mixed oral flora only. There is no mention previously in the literature of pure culture of Streptococcus pyogenes being isolated in this condition. It is tempting to postulate, as Elfman did, 6 that the most common bacterium producing lingual tonsillitis is the same as that causing palatine tonsillitis, i.e. Streptococcus pyogenes. The finding of mixed bacterial growth after culture of throat swabs probably reflects the difficulty of obtaining proper cultures from the back of the throat, or may indicate that the causative bacteria is located in the deeper tissues. If Streptococcus pyogenes is the main bacterial species causing lingual tonsillitis, then this would make penicillin the antibiotic of choice.
The decision to intubate this patient electively was made because of the rapid progression of the disease with evidence of significant airway compromise. The likely response to antibiotic treatment was unpredictable, and rapid improvement in airway patency could not be guaranteed. It is not clear from other case reports how rapidly the obstruction resolves once antibiotic treatment is begun.
As the vocal cords were readily visualised by fibreoptic laryngoscopy, it was decided to progress rapidly to intubation under direct vision. If a conservative approach to management had been adopted, there would have been a risk of a difficult emergency cricothyroidotomy or tracheostomy.
Our patient was intubated for five days because Anaesthesia and Intensive Care, Vol. 20, No. 3. August, 1992 of slow resolution of the swelling at the base of the tongue. We felt this supported our clinical decision to intubate this patient electively rather than rely on resolution with initiation of antibiotics.
In summary, lingual tonsillitis should be considered in the differential diagnosis of acute upper airway obstruction. The initial consideration should be to secure the airway via endotracheal intubation or a surgical airway if this is not possible. Any antibiotic regimen should include penicillin as the likely causative organism is Streptococcus pyogenes.
